GSSG may be a useful marker of oxidative stress in lung tissue (Fig 1) . Our hypothesis was that exposure to hyperoxia would promote excessive production of oxygen metabolites and lead to accumulation of oxidized glutathione (GSSG) in the lung. To test this premise initially, we chose hyperoxiainduced lung injury, which is similar to some models of accelerated ILD in that an early phase of endogenous oxidant production occurs and is followed by a stage of chronic alveolar inflammation, which may facilitate additional lung injury.
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MATERIALS AND METHODS

Following
RESULTS
Exposure of rats to hyperoxia for 54 hours caused significant (p<0.05) increases in their lung tissue oxidized glutathione (GSSG) contents (33±2 nmoI/2 lungs) when compared to normoxia-exposed controls (5.0 ±0.4). In contrast, total lung glutathione (GSH + 2GSSG) contents increased only slightly following hyperoxic exposure (3.2 ±0.2 u.mol/2 lungs vs 2.6 ±0.1 u.mol/2 lungs for air controls). In addition, increases in lung GSSG contents were decreased in lungs of hyperoxia-exposed rats pretreated with PEG-SOD and PEG-catalase (19 ±3 nmol/2 lungs) compared to untreated rats which had been exposed to hyperoxia for 54 hours. No difference was seen in total lung GSH contents of PEG-SOD -t-PEG-catalase treated rats that had been exposed to hyperoxia compared to those of normoxia-exposed rats.
Pleural effusion volumes and lung lavage albumin concentrations also increased in rats exposed to hyperoxia for 54 hours and paralleled increases in lung GSSG contents.
Furthermore, decreases in these lung injury parameters paralleled decreased GSSG contents from lungs of hyperoxia-exposed rats that had been treated with PEG-SOD and PEG-catalase. PEG-SOD and PEG-CAT-treated rats also survived longer in hyperoxia than saline-injected control rats.
DISCUSSION
Exposure of rats to normobaric hyperoxia caused marked accumulations of GSSG in blood-free lung tissues that paralleled increases in lung injury and mortality. These Under pharmacologic oxidant stress, the lung also ejects GSSG into the circulation 7 8 but also accumulates tissue GSSG. 9 On the other hand, RBCs are extremely efficient at actively ejecting extremely low concentrations of GSSG."
Thus, even though the specificity of GSSG as an indicator of oxidant stress is accepted, 5 more specific measurements of oxidants are needed to help determine their contribution to lung injury. 
